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Speech with Palatal Dysfunction
The palate plays such a significant part in the production of normal speech that its dysfunction can destroy the quality of speech to such an extent that it can become unintelligible.
However, there may be clear indication of the incompetence of the palatopharyngeal sphincter long before the development of articulate speech. In the absence of an obvious cleft of the lip or palate, the nasal regurgitation of milk when a baby is feeding, difficulty with sucking and swallowing, choking attacks and nasal snorts indicate the possibility of some type of bulbar palsy or muscle flaccidity, either isolated or associated with a much more extensive neurological lesion, which warrants early investigation.
We have a great responsibility towards the parents of infants with these significant feeding difficulties, particularly if a diagnosis of cerebral palsy has been made; they need instruction, supervision and constant help from the beginning, but frequently do not get it. Trying to get the baby to take sufficient nourishment can become a nightmare which lasts most of the day, but by correct positioning and specialized feeding techniques this can be avoided. Much can be done to establish a better swallowing reflex and to stimulate the muscles of the lips and tongue so essential, first for sucking, and later for chewing and to aid the development of speech. The mother must be prepared for this and encouraged to give enough language stimulation, although the child's contribution to expressive speech may be negligible for a long time.
Sometimes there is misunderstanding about the function of a speech therapist. She does not go into action only when faulty speech has developed but is frequently most usefully employed dealing with the problems just outlined, being qualified to do so either working in a special unit as part of a team or through domiciliary visits.
In all conditions involving abnormalities of the palate and associated organs of articulation, it is likely that the patient will be examined by a group of specialists each eyeing this small area from the angle of his own specialtythe neurologist, the plastic surgeon, the ENT surgeon, the orthodontist and the therapist: the diagnosis is made and treatment proceeds, no doubt with the common aim of improving function in the hope of achieving satisfactory speech. This applies particularly in cases of cleft palate. But the following questions require to be answered:
(1) Is there uniformity in the assessment of results? (2) What criteria are used? Morley (1966) defines normal speech as 'speech which is intelligible, natural and free to the trained ear from defects typical of cleft palate, and equal to that of the patient's environment'. She outlines four main points in assessment which serve as a very convenient guideline.
(1) Can the patient achieve intra-oral air pressure? This depends on competence of the palatopharyngeal sphincter and production of a complete hard and soft palate without breakdown in the suture line, or without residual fistule.
(2) Vocal tone and resonance balance.
(3) Articulation of consonants as used in speech.
(4) Other factors, e.g. disorders of speech unrelated to the cleft (often found), deafness (often found), mental defect and habit factors.
If there is an anterior fistula despite an adequate sphincter, the intra-oral air pressure may be affected and the alveolar consonants t and d, the bilabial plosives p and b and the labiodentals f and v will be impaired. This evidence needs to be considered carefully when a decision is made by the surgeon to leave the anterior palate open in order to safeguard the upper dental arch. It is probably agreed that this technique as practised in Russia, France and the United States, and sometimes here, is very successful orthodontically but perhaps at the expense of the quality of speech. An obturator is not advocated, and the patient, we hope, automatically adapts his oral behaviour and uses his tongue in such a way that food is prevented from passing into the fistula instead of being swallowed. But children do not always learn by instinct to compensate for tissue loss, especially when there is a short or lazy palate. They need to be taught. A period of intensive speech therapy is often recommended before a decision is made to carry out pharyngoplasty. The idea that a speech therapist can do little about nasal escape is not altogether true. Many patients have learnt to modify the nasal leak and can redirect the breath by building up oral pressure and working on bilabial plosives until there is a steady stream of manageable air within the mouth that can be channelled through the teeth, thus achieving a reasonable s or sh sound. This is infinitely preferable to the pharyngeal fricative substitution used by many cleft palate speakers or the nasal sound used instead of s when there is a palatal paresis or functional misuse. If left uncorrected the gross distortion from excessive nasal escape will affect speech permanently.
'Nasal speech' is a very misleading label because it means different things to different people. There is often confusion, at a professional as well as a lay level, between rhinolalia aperta (excessive nasal resonance), rhinolalia clausa (insufficient nasal resonance), and rhinolalia mixta (a mixture of both).
As Parkins & Barbero (1969) point out, the speech disturbance characteristic of the child with a cleft palate can also be produced by other osseous and neuromuscular abnormalities in the oral and pharyngeal areas, the common denominator being the inability to form an effective sphincter during swallowing and phonation, the inability to gargle, whistle and blow up a balloon, plus the likelihood of recurring otitis media and hearing loss.
Adenoidectomy often reveals an unrecognized submucous cleft palate or a congenitally short palate, the normality of speech prior to surgery being due entirely to a pseudosphincter made possible by the pad of adenoid tissue. There appear to be quite a number of these unrecognized submucous clefts. Diagnosis is usually straightforward if there is sufficient awareness of the entity. A bifid uvula may always be suspect, but does not always indicate a submucous cleft. The translucent membrane in the midline of the soft palate can often be seen, revealing lack of continuity of muscle, and the notching of the posterior border of the hard palate can be felt. There is also V-shaped grooving of the soft palate during phonation and gagging, plus a marked degree of rhinolalia aperta. In most cases these are repaired soon after diagnosis.
Speech with palatal dysfunction is often surprisingly inconsistent. I firmly believe that it is in the patient's interest that a speech therapist should make an initial assessment in all cases as early as possible, guiding the parents and initiating treatment when expedient and before faulty habits have been established.
Illustrative Case Reports
Cases 1, 2 & 3 had recurring otitis media causing a moderate hearing loss insufficient to retard the development of speech.
Case 1
A boy of 3i years, of normal intelligence, presented with a history of slow motor achievements, nasal regurgitation of fluids since birth, an expressionless face with an inability to smile. His comprehension of speech was normal for his age but his verbal performance was little more than a series of glottal stops and nasal snorts. Jaw jerk was present, his tongue mobile and unexpectedly his palate rose in the midline when he attempted phonation on ah. He did not show the expected palatal paresis but could not sustain the rapid palatal movements necessary for speech. The uvula was bifid. A more extensive examination of the palate was not made initially.
At 3& years he lost all his first teeth due to caries and was wearing a double denture at age 5 which increased his confidence.
A diagnosis of Mobius' syndrome with bulbar palsy was made and he was referred immediately for speech therapy. This involved a long process as he had to learn how to articulate every sound with the exception of m, n and ng. Cooperation was excellent but the results poor. There was excessive nasal escape and his speech remained unintelligible to most people, causing serious psychological repercussions. As therapy progressed it became obvious that he also had a submucous cleft which had not been recognized despite the bifid uvula. At age 10 he had a surgical repair and a Hynes pharyngoplasty with minimal improvement. Cineradiography confirmed that the soft palate moved well but did not reach the posterior pharyngeal wall. A Rosenthal pharyngoplasty was carried out (Fig 1) after this, followed by intensive speech therapy. His speech showed marked improvement and by 16 years (Fig 2) he was able to hold down a position in a printing firm with confidence and enthusiasm.
Conclusion
Some atypical symptoms of the Mobius' syndrome masked the effect of the submucous cleft, causing unnecessary delay of the surgical repair. The quality of the speech was equally affected by both conditions. Case 2 A girl aged 6 weeks presented with bilateral incomplete hare-lip (Fig 3) . It was recorded with interest at the time, that the palate and the alveolar margin were intact. At 5 months the lip was repaired. At 2j years the scar was excised and a plastic repair performed in an attempt to elongate the lip. Speech developed normally. At 4 years 10 months her tonsils and adenoids were removed and she had bilateral eustachian catheterization. Following surgery her speech showed marked deterioration with gross nasal escape. The child was referred for speech therapy.
The soft palate was mobile but she had a bifid uvula (Fig 4) and a high arched palate joined mainly by mucous membrane in the midline (Fig 5) with a large amount of the palatal musculature absent. At surgical follow up it was decided not to operate but to continue speech therapy. At age 16 ( Fig 6) speech was quite clear and there was no nasal escape.
The palatal defect is not necessarily apparent in infancy despite the bifid uvula. Adenoidectomy released the nasal escape and distorted the vocal tone, but because of this patient's particular speech skills this was controlled and eventually normal tone regained despite the very large submucous cleft of the palate. The lip was first closed by mucosal flap in front of the alveolus. The right side was repaired with the anterior palate three months later followed by repair of the left side with the posterior palate. The defect of the soft palate (Fig 8) was repaired when the child was 18 months old. There was a small anterior fistula.
Speech development was retarded and the child produced his first two words at 2 years 3 months. This contributed to his temper tantrums and frustrations. He was referred for speech therapy by the plastic surgeon at 2 years 7 months. Attendance at a nursery school gave additional language stimulation. There was rapid improvement. Nasalescapediminished and there was only occasional regurgitation of fluids but he was inclined to suck through the fistula.
Considering the extent of the anatomical defect, the speech result was exceptionally good. Nasal escape was reduced by the retention of the tonsils and adenoids (Fig 9) . The fistula was left untouched until it was known whether an osteotomy of the maxilla would be required at 12-13 years.
The quality of speech is not necessarily relative to the extent of anatomical defect. The retention of the tonsils and adenoids, if possible, and the mobility of the shortened soft palate can produce an adequate sphincter and so minimize nasal escape. Early speech therapy is essential.
